In the exudate there is a marked laying down of fibrin, producing a plaque up to 2 em thick which may obliterate the subarachnoid space and cause hydrocephalus. The vesselstraversing this initially-caseous exudate are thought to be altered from without (Rich & McCordock 1933) and show an intense vasculitis (Doniach 1949) ,which is not present in vesselswhere there is little or no exudate. In this arteritis, caseous necrosis or tuberculous granulomata may be found in the adventitia, which in treated cases is replaced eventually by a ring of hyalinized collagen.
The advent of antituberculous therapy has reduced the postoperative incidence of tuberculous meningitis following resection of tuberculomas. The natural history of the arteritis, however, has not been affected. Since the grosser the caseous exudate, the more profound is the arteritis (Tandon & Pathak 1973) , the increased caseation seen in the exudate of streptomycin-treated cases (Auerbach 1951)may be responsible.
These cases demonstrate that intracranial tuberculosis may prove an increasing problem in non-European immigrants and that failure to recognize its more unusual presentations in the absence of organisms in the CSF could result in delay in commencing therapy (Kocen & Parsons 1970 ,Smith 1963 In March 1976 Mr T D, aged 65, developed an influenza-like illness which resulted in weight loss; he did not make a good recovery. At the age of 4 years (1914)'he was said to have had rheumatic fever, and his army medical grading in 1943was B2.
In May 1976 he suffered progressive shortness of breath, nausea, night sweating and dull ache in anterior chest. He was admitted to hospital on 15May with slight fever, finger clubbing and pansystolic and early diastolic murmurs. Investigations showed: jugular venous pressure elevated 3 em; blood pressure 110/60; pulse regular; mild leg oedema; hepatomegaly, no splenomegaly; haemoglobin 9.7 g/100 ml; WBC 19000 (15010 polymorphs); ESR 100 mm/h (Westergren); urine, no protein and no blood; blood cultures, Staphylococcus epidermidis from all six bottles.
Treatment
On 20 May treatment was started with intramuscular penicillin, 2 million units 6 hourly. However, the patient's condition deteriorated and on 24 May he was transferred to the Brompton Hospital for consideration of surgical treatment. Operation on the following.day I Case presented to Clinical Section, 10 June 1977 involved aortic and mitral valve replacement, debridement ofaortic root abscess and closure of aorto-right-ventricular defect. Following surgery he developed renal failure with resulting maximum blood urea of 33.9 mmol/l, but he recovered from this spontaneously. He also developed diabetes mellitus requiring insulin treatment for a short time.
In October 1976 he developed tricuspid incompetence and increasing cardiomegaly. In December 1976 he was reoperated for closure of an acquired ventricular septal defect Penicillin treatment was finally discontinued in April 1977.
Discussion
This patient, with severe, rapidly deteriorating, infective, valvular heart disease, appeared to have little prospect of survival at the the time of transfer as an acute emergency to Brompton Hospital. The latter part of his clinical course had been quickly downhill and at the time of transfer he was in severe, intractable, congestive, cardiac failure, with clinical evidence of an infective process that was extensive and extending, despite full antibiotic treatment. At the present time he is well and there is no doubt that his survival is due to accurate early surgery of a high technical order.
On arrival at Brompton Hospital the patient was markedly dyspnoeic at rest, being pale, clammy and complaining of persistent dull central chest pain. Clinically he had 'severe aortic and mitral regurgitation ( Figure I) , pulmonary oedema with marked finger clubbing and fundal haemorrhages. His ECG showed ST segment depression in the anterolateral chest leads, and an echocardiogram showed reduced end systolic dimension, aortic valve vegetations and probable mitral valve involvement.
At operation (Figure 2) , the aortic valve was essentially destroyed, including over one-third of the right coronary annulus, where there was an abscess extending deeply into the interventricular septum, which was intact. Above the annulus the infective process had produced an aorto-right-ventricular defect accommodating a size 10 Hegar dilator. The mitral valve could be visualized through the aorta and proud granulation tissue extended from the septal abscess on to the anterior leaflet.
The remainder of the aortic valve was excised and the heart protected using bilateral coronary perfusion. The left atrium was opened and here the mitral valve could be seen more A. the margins of the abscess cavity as it runs into the aortic annulus were supported and approximated by Teflon strips. D, annular deficiency was restored by circumferential Teflon strip; aorto-right-ventricular defect was plugged with folded Teflon clearly to have lost by erosion the posterior cusp, and in addition there were flail chordae from the anterior leaflet. The valve was excised and replaced by a composite seat track valve using continuous 2/0 prolene suture material, interrupting the suture line at four points. The aortic root was debrided of infected tissue and the annulus and muscular -defect were dealt with as shown in Figures 3 and 4 . The defect in the right ventricle was plugged with a folded core of Teflon incorporated in the valve sutures. The aortic valve was replaced using a Bjork Shiley prosthesis and was sewn into place using 2/0 ethiflex interrupted mattress sutures. Some months later the patient's interventricular septum ruptured and he was reoperated for his acquired ventricular septal defect (VSD). The defect was easily repaired using a woven Dacron patch. The patient is now well six months later ( Figure 5 ). Dr Norman Whittaker: Perhaps you would tell us, Mr Reid, what factors contributed to this patient's successful outcome?
Mr Reid: I consider several factors to be important. In the first instance he was transferred promptly at the moment it became apparent that matters were no longer static but deteriorating. Secondly, the infective organism was known and he was on full doses of the appropriate antibiotic on arrival. Thirdly, he was perhaps fortunate in that when his ventricular septum ruptured, it was some two months after his first operation and when he-was reoperated, the margins of the VSD were smooth and fibrous and held sutures readily. If his reconstructed aortic annulus and valve sewing ring. In the region of the aorto-right-ventricular defect the sutures were also placed through the Teflon plug Figure S . Postoperative chest X-ray six months following closure of ventricular septal defect VSD had ruptured prior to his first operation or if the septum had been perforated at surgery, then repair would have been very difficult technically. Fourthly, despite the extensive nature of the aortic root infection, it was possible to avoid heart block, and perhaps operating on the perfused beating heart has some advantage over other methods of myocardial protection in this connection.
Dr J G Lewis: How long were antibiotics given postoperatively, and to what extent does the age of the patient affect your decision, as a surgeon, whether to operate or not?
Mr Reid: Antibiotics were given for a year, the reason being to allow the cloth/blood interfaces of the valve and patch to become covered with endothelium and hopefully thus make infection less likely. I do not consider chronological age to be, in itself, an all important criterion in patient selection for cardiac surgery.
